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[Abstract] Objective To investigate the copy number variation (CNV) involved in the chemotherapy
response in gastric carcinoma. Methods Patients’ information and CNV data for gastric carcinoma were down-
load from The Cancer Genome Atlas (TCGA). The CNV significant analysis was used by GISTIC 2. 0 pro-
gram. The correlation between CNV of hot genes and chemotherapy response of patients was analyzed. Col-
lected the information of patients with gastric carcinoma from January 2008 to December 2013 in Jiangmen
Central Hospital. The CNV of elongator acetyltransferase complex subunit 2 (ELP2) ,gain of signal transducer
and activator of transcription 3 (STAT3),or deletion of Histone-Lysine N-Methyltransferase SETD2 encoding
gene was analysis by real-time PCR. The correlation with chemotherapy response was analyzed by GraphPad
Prism 5. 0 program. Results Up to May 31,2018, there were 135 patients’ clinical response in TCGA data-
base. Analysis showed the amplification of ELP2 and STATS3 genes,the deletion of SETD2 gene was associat-
ed with the occurrence of chemotherapy resistance in patients (P<C0. 05). It also predicted that the CNV of
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ELP2/STAT3/SETD2 correlated with overall survival and progression survival in patients with gastric carci-

noma from TCGA. There were 64 patients’ chemotherapy response in Jiangmen Central Hospital, and the
CNV of ELP2/STAT3/SETD2 correlated with chemotherapy resistant in patients (P<C0. 05). Conclusion
Amplification of ELP2 and STAT3 or deletion of SETD2 might be involved in the chemotherapy response of

gastric carcinoma,which predict the chemotherapy response of patients.
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1.2.1 TCGA Bpy R4 CNV i S

BRL6 T4 18 A P ik TCGA i % F# LR V9. 2
(http://www. shengxin. ren/article/95), F # TC-
GA v B i i B R 2 48 DL 5L B X 17 R il 78 1l R {5
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rh SO R 443 B A TR AT 25 B AR B
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x3 TCGA ##EFE 85 ELP2/STAT3/SETD2 K& B ¥ NE1E R 54 77 R 52 B4 X M4 #7 [ (%0) ]

- ELP2 STAT3 SETD2 3ARARAEE 1 T
for P B 1 Ci B 1 Ei B 1 i B
P 41 10(24.39)  31(75.6D) 17(41.46)  24(58.54) 15(36.59)  26(63.41) 24(58.54) 17(41. 46)
k80 3(3.75)  77(96.25) 12(15.00)  68(85.00) 8(10.00)  72(90.00) 17(21.25)  63(78.75)
P 12.042 10. 424 9.231 16. 820
P 0.001 0.002 0.001 0.001

x4 IIW AL EREE ELP2/STAT3/SETD2 MEREAH N ST KK EHEXESHa(%)]
ELP2 STAT3 SETD2 3AEPAMER 1 I
ey n
Ei A P I N A FHE Bk

e 21 6(28.57) 15(71.43) 10€47.62)  11(52.38) 8(38.10)  13(61.90) 14(66.67) 7(33.33)
U 43 2(4.65)  41(95.35) 6(13.95)  37(86.05) 5(11.63)  38(88.37) 9(20.93) 34(79.07)
¥ 7.382 8.534 6.109 12.818

P 0.007 0.004 0.014 0.001

RO 23 5 R & Tk e A% i AT A R - 52 G ) 2
( elongator acetyltransferase subunit 2,
ELP2) 55 5% 5 J % 5 #0301 3 (signal transduc-
er and activator of transcription 3,STAT3) flZH &
3t % 2 Wil SETD2 Chistone-lysine n-methyltrans-
ferase 2,.SETD2) ; 5 1 Bk . ELP2 #l STATS 41
L SETD2 #y i 2k 5 5 B 8 A7 RPTAH C (P<C0. 05) .

complex

K 64 {51 (B 3 g 41 21 ELP2/STAT3/SETD2 1)
FEF ¥ DU, 4558 B on, ELP2 f1 STAT3 (4 3
J SETD2 (k2 35 5 B 98 4k J7 HEHTAH 5 (P<C0. 05) ,
L4 3R CNV 550, CR B E H 1 38 k5 BH
S 14 0,3 AN HERR I BATE R 7 B CS BE R 1 A5 AR
FHYE R 9 B, 3 A48 bR ¥ BAYE R 34 B AL & 3 4>
FHFEW AR ERA G FE X (P<0.05), I

Zify 3 AN ONV 8L, AT CR A 1 &R 4o
AFERRIANE H 24 1,3 D ISAR I ME N 17 ;s | 3 W ik

FHo AL A TE AR A 17 6,3 A48 BRI
Sy 63 ], AL G 3 N SR o A BB 2E A St
2R L (P<<0.05), L3 3,

2.4 TCGA ¥t v % ELP2/STAT3/SETD2
) CNV 5@ F Hi 5 M FIH TCGA ¥ 1
HBENTGEHN . L ELP2/STATS/SETD2 Y% K 4H
Pe UUBUE I 2 K B 5y R 3 AR 1 N e
FHPEAL (P 40D B BPEZE (N 4D, PHM: 41 58 3 ot
FERF ] COS) \To i Ji = A7 i (8] (RFS) 34 B &g 55 F B
H(21.7.14.2 N wvs. 34.8.17.9 A~ A, H W4 4
BHAEAAME R, 25 B %1% 8 L (P<<0.05), I
Kl 3,

A WF 58 ) A 3L R 41 CNV 2 1 1 7 25, & B
18q12. 2[X Bt 17q21. 2 X Be #E TCGA fby7 LB HE i
FESE Y8 W 3p21. 31 X B W g5k 2%, I B 18q12. 2,
17q21. 2 #1 3p21. 31 Wy 3L 41 CNV #4053 FH 4 51
ELP2.STAT3 il SETD2, it — 4 F] v 1 /o0 2
B¢ 4 5 98 I PR AR A JEAT B0 3E . BA AR T ELP2 fil STATS3
F 14 & SETD2 [l 3 5 1 98 A7 #K T B 2 AH ¢
(P<<0.05),

202 B0 U B R T CAn 2 A RN 2 2 A
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JI o S YOG B TR 4 R R BN 2 5 B e L 3L
EIEAEM KA, ELP2 JRZEH K (elongator) E S5 ¥11
FEHE AP A B A A E A BB

o 5T RNA B4 W I 4r 5 05 5 48 i RNA 514 .
‘o \% e A 5350 AV 4025 0 14 X
[ = £ o] e SO Wy AR SF . A BFSE % B ELP2 HA A
B ot g wite LG WDL0 G5t B 4 L I il i WDAO

e e w o h e W w W ViRMsesi S ELPL R ELP3 W45 A 5B i
A “77040E (B) B H7ERTE ()
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2.5 I o ERESE S ELP2/STAT3/SETD?2 (1
CNV S51{byr i =t FI % E & PCR #A,
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WA B STATS {5530 % (0 % S i AW 98 &
BLSTATS ¥ 44 5 18 s 9 46 I7 HCHT B 8 AH ¢ (P <<
0.05), FEAMTHF7E C 4 W STAT3 /) ¥#0S 76 5 &
R R YIA O ] STATS fgdl nfbyr 259
XA AT . BRI STATS W5 5
AR 2 L H IS ) F i 4 23k 24 K D H) Wy STATS %
T TR A 1 A M DL 5 — , T AR E 9% R B, 7E B R ALY
()8 IR 414, ELP2 i STAT3 7 3 [ 4 7K °F-
AT TERE DUBCY B4 i 15 00 . M EE S0 9% 4 24k 24 T AN
STATS [T & 00 . A T A7 4% 58 5 PCR F AR U 5
550 I B T e — B, A G I F 9 4 J AN 1L S 2 %%
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75 W 20 G R A 22 T e R v T 1 L
SETD2 it 2 7] G i 1 2 28 W% P & 11 2 (dishevelled
segment polarity protein 2, DVL2) ¥ BN & T
FY) ot L 51 DVL2 B mRNA B . 300G Wnt {5
S5 A HE TS E R s AR s AR Y L B R AR R
B AZd SETD2 ik T, H SETD2 1Ak
Tk 5B Z MBS A, i K38 SETD2 geil il &
IR AN N 0 39 5 L IR RS M (R 28N W SETD2 7E ¥
Wt R A S

BRI SETD2 5 ELP2 K STAT3 #H H.4E
{8, B & SETD2 5 ELP2 [F# )8 T 418 1 1& i
PR . SETD2 2 H B AL & 1 . 1l ELP2 {2 £ it 1k
i, EREFE SRS, AE A0 H3K36 LH
Hedb N H3K27 L BEAL B 4 . 2 5% 5k I ol 19 R AE A
HUS RS SETD2 [ sk ) ELP2 fy3 8%t STAT3
Ji Sl 3 DR 1) B it R S P R S X (LA AR IR R AL
R E.
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